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observed in many organs and blood serum of chickens and
begins a 30 hours a.i. with the highest rates of accumulation
of virus in excess of 7 lg EID50/g observed in the lungs, blood
serum and kidneys of animals.
Conclusion: According to the results of comparative anal-
ysis of LD50 of AIV strains at different options for infections
have found that the highest susceptibility to the virus have
respiratory organs of chickens compared with the gastroin-
testinal tract. The primary target organ to AIV in intranasal
infected chickens is the mucous membrane of the nasal cav-
ity. In addition to the results of research, we proposed a
fecal-nasal transfer mechanism of AIV A/N5N1 in chickens
for nature conditions.
doi:10.1016/j.ijid.2010.02.368
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Background: Histoplasma capsulatum (H. capsulatum) is
a dimorphic pathogenic fungus that causes a wide spec-
trum of diseases. Macrophages are an important phagocytic
cells in host defense against fungi. In order to enhance
host defense, these resident cells secrete chemotactic sub-
stances such as leukotrienes (LTs) and cytokines that recruit
effector cells to the focus of infection. LTs are potent
lipid mediators of inﬂammation and host defense, derived
from the 5-lipoxygenase (5-LO) pathway of arachidonic acid
(AA) metabolism. We have been shown that the absence
of leukotrienes in genetically modiﬁed mice (5-LO−/−)
or by treating WT animals with pharmacological inhibitor
MK886, have increased susceptibility to infection when they
are infected with H. capsulatum. Recent studies show that
susceptibility or resistance of different strains to certain
infections, such as Leishmania amazonensis, is associated
with differential production of LTs. In the present study, we
evaluated the production of LTB4 by peritoneal macrophages
(PM) from susceptible and resistant mice after challenge
with H. capsulatum and the effect of LTs in phagocytosis
by macrophages of both strains.
Methods: Macrophages from C57BL/6 (susceptible) and
sv129 (resistant) mice were infected for 48 h at a ratio of
1:5 (H. capsulatum:macrophage). Supernatants were col-
lected and the production of LTB4 was evaluated by ELISA.
The phagocytosis was assessed by ﬂuorescence using unop-
sonized or IgG-opsonized FITC-labeled H.capsulatum and
MK886, a LTs inhibitor, was added to the cells previously to
the infection.Results: Interestingly, macrophages from resistant mice
produced higher levels of LTB4 upon H. capsulatum chal-
lenge than did those from susceptible mice. As expected,
PMs from sv129 phagocytosed 1.9 fold-increased IgG-ts e337
psonized-H.capsulatum than PMs from C57BL/6. However,
hagocytosis of IgG-opsonized-H.capsulatum by PMs from
57BL/6 and sv129 are both dependent on endogenous LTs,
ince when the LTs synthesis is pharmacologically inhibited,
he phagocytosis was decreased 10 and 20 fold respectively.
Conclusion: LTs are important mediators involved in the
echanisms of host defense by participating in the patterns
f resistance/susceptibility to infection of H. capsulatum.
oi:10.1016/j.ijid.2010.02.369
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Background: Mycobacterium tuberculosis (Mtb) is a vir-
lent intracellular pathogen that infects and persist in host
acrophages, resulting in granuloma formation and colla-
en deposition in the lung. The mechanisms that confer
esistance to Mtb or results in establishment of disease are
oor understood. Data from the literature suggest that dif-
erences in Mtb virulence contribute to setting up of the
isease. In order clarify this aspect, our purpose is to inves-
igate the immune response and lung pathology in mice
nfected with Mtb obtained from distinct clinical isolates.
he isolates were recovered from patients with noncavitary
SV 009) or extrapulmonary (SV 068) active tuberculosis.
Methods: Female Balb/c mice were infected intratra-
heally with 1× 105 CFU/100L of Mtb clinical isolates.
eutrophils and mononuclear cells recruitment to the lung
ere accessed by bronchoalveolar lavage at 30 days post
nfection and lung histology were evaluated on 30 and 60
ays post infection.
Results: Mice infected with SV 068 showed 22% more
eutrophils (9× 105mL) and 70% more mononuclear cells
6× 105mL) recruited to bronchoalveolar space 30 days post
nfection, when compared with mice infected with SV 009
hat presented 5× 105mL of neutrophils and 4.5× 105mL
f mononuclear cells. The histology analysis of lung tissue,
emonstrated that animals infected with SV 068 present
reater number of foamy macrophages containing aggrega-
ions of Mtb, especially at 60 days post infection. Also, in
his period, we observed the presence of more intense inﬁl-
rate of neutrophils in perivascular and perialveolar spaces
hen compared with animals infected with SV 009.
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Conclusion: This study identiﬁed a combination of clinical
parameters that can be used to characterize early onset of
disease following a low dose A/Vietnam/1203/04 challenge.338 14
istology Clinical Isolate SV068 Hematoxilin Eosin 60 days
Conclusion: Our preliminary ﬁndings suggest that the host
efense can vary accordingly to the type of clinical isola-
ion, leading to a correlation between the virulence and the
ource of infection.
oi:10.1016/j.ijid.2010.02.370
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Background: During the 2008-2009 inﬂuenza season, an
utbreak of the H3N2 A/Brisbane/10/07 strain occurred in
everal European countries. Great Britain experienced its
orst inﬂuenza outbreak in eight years. Further, the World
ealth Organization (WHO) reports that inﬂuenza seasons
n which H3N2 strains are predominate have been asso-
iated with a greater risk of severe illness and mortality
ates. Thus, the need for effective vaccines and therapeutics
gainst interpandemic inﬂuenza strains remains a high prior-
ty. To provide an appropriate animal model for these novel
roducts, the ferret was evaluated as a possible efﬁcacy
odel for Inﬂuenza A/Brisbane/10/07 H3N2.
Methods: Forty-eight male ferrets were divided among 8
roups. Four groups of 8 ferrets were infected with approx-
mately 1x106 TCID50/mL of A/Brisbane/10/07 in the nasal
avity. Sham control groups of 3 ferrets each were inocu-
ated with allantoic ﬂuid produced in embryonated chicken
ggs and CMF-PBS. The ferrets were monitored for signs of
nfection by clinical observation, changes in weight and tem-
erature, detection of viral shedding in nasal washes, and
eroconversion as determined by microneutralization assay.
Results: All animals survived infection with only mild
igns of illness. Weight loss was generally not observed
fter infection. Instances of febrility (deﬁned as greater
han two standard deviations from the baseline tempera-
ure) were present in some animals and persisted through
he end of the study. Viral load in the nasal wash was present
t 16 hours post-challenge. Nasal washes collected 24 to
2 hours post-challenge demonstrated an increased titer of
to 2 logs from the previous time-points, while samples col-
ected 96 to 120 hours post-challenge exhibited a decrease
dternational Congress on Infectious Diseases (ICID) Abstracts
n titer. Pre-challenge sera tested by the microneutraliza-
ion assay (MN) lacked detectable neutralizing antibodies
gainst A/Brisbane/10/07, however sera collected at the
tudy end-point displayed a discernible increase in neutral-
zing antibody titer.
Conclusion: The most reliable indications of infection for
n individual animal were viral recovery from nasal washes
nd observation of sneezing or coughing.
oi:10.1016/j.ijid.2010.02.371
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Background: The objective of this study was to reﬁne a
ow dose ferret therapeutic model of A/Vietnam/1203/04
nﬂuenza infection.
Methods: Forty-four male ferrets (Mustela putorius
uro), 8—15 weeks in age, were divided into 4 groups of
ferrets (groups A, C, E and G; experimental) and 4 groups
f 3 ferrets (groups B, D, F and H; controls). Animals in
roups A, C, E and G were challenged with 5 x 103 TCID50
f A/Vietnam/1203/04 via the intranasal route. Data col-
ection was staggered by group pairs (groups A+B, C+D, E+F,
+H) so that clinical observations, blood (clinical hematol-
gy and clinical chemistry), nasal wash specimens (qPCR and
CID50), and temperature data were collected at approx-
mately 8 hour intervals from 16-48 hours and at 24 hour
ntervals between 72 and 120 hours. After 120 hours, tem-
eratures and clinical observations were recorded 2 times
aily until the end of the study (Day 14) or death of the ani-
al. Tissues were collected from any infected animal found
ead or euthanized prior to day 14, for determination of
iral load by a combination of qPCR and TCID50.
Results: All animals challenged with A/Vietnam/1203/04
uccumbed. Observations for infected animals included: 1)
igniﬁcant decreases in body weight on all study days, 2)
igniﬁcant increases in body temperature as early as 1 day
ost-challenge, and 3) signiﬁcant changes in clinical activ-
ty beginning at 40 hours. Analysis of clinical hematology
ata for peripheral blood specimens revealed signiﬁcant dif-
erences between control and infected animals as early as
2—48 hours post-challenge for lymphocytes, white blood
ells, and platelets. Signiﬁcant persistent clinical chemistry
arameter changes were limited to serum glucose, albumin,
alcium and phosphorous. Results of TCID50 assays and qPCR
emonstrated virus shedding in nasal wash specimens as well
s high viral titers in a number of tissues (brain, olfactory
ulb, liver, lung, and nasal turbinates).oi:10.1016/j.ijid.2010.02.372
